The commonest immunological abnormality associated with rheumatoid disease is the presence in a large majority of patients of antibodies directed against epitopes in the Fc region of IgG-rheumatoid factors. The cellular mechanisms underlying this phenomenon are still unknown, but much evidence has accumulated to support an abnormal interaction between rheumatoid leucocytes and IgG. Several authors have demonstrated specific migration inhibition of rheumatoid cells induced by both native and heat-aggregated IgGl-3 and by IgG-IgG immune complexes.4 Rheumatoid mononuclear cells have been shown to produce migrationinhibitory-factor (MIF)-like material when cultured with immune complexes.5 Increased binding of IgG by rheumatoid lymphocytes has been demonstrated with either '25I-labelled heat-aggregated IgG6 or antibody-coated erythrocytes (EA rosettes).7-Accepted for publication 7 
Results
Results of experiments using the EA rosette assay to detect FcR on rheumatoid and control mononuclear cells are given in Fig. 1 Again the rheumatoid cells showed increased rosette formation compared with healthy controls over a range of Facb dilutions. This difference was highly significant at the 1/128 dilution (P<0 .001) but failed to reach statistical significance at 1/100 because of the small numbers of patients tested (n=6). A comparison of Figs. 1 and 2 shows that Facb rosettes detected a smaller proportion of peripheral blood mononuclear cells than EA rosettes. In some experiments the mononuclear cells were depleted of monocytes by incubation of the blood with carbonyl iron. This procedure reduced monocytes to less than 0 5% of the total cells as judged by nonspecific esterase staining. The incidence of Facb rosetting cells was not changed by the carbonyl iron treatment, although the total EA rosetting population was reduced ( Table 1) .
The percentages EA and Facb rosetting lymphocytes were compared in individual samples of rheumatoid and healthy cells. The results are shown in Fig. 3 . It was found that there was a good correlation (r=0 784) between percentage EA rosettes at 1/1600 (from Fig. 1 ) and percentage Facb rosettes at 1/128 (from Fig. 2 ). The incidence of Facb rosetting cells was also determined in peripheral blood from patients with osteoarthritis and ankylosing spondylitis and these results compared with RA and healthy subjects (Fig. 4) . Neither the OA nor AS group showed a statistically significant difference in Facb rosetting cells from healthy controls. However, although the RA group was the only one to differ significantly from controls (P<0-001), occasional samples with increased (Fig. 2) . The data fit the straight line y=0.789x + 2 -345 (r=0 * 784). 
